Increased error monitoring, as measured by the error-related negativity (ERN), has been shown to persist after treatment for obsessive-compulsive disorder in youth and adults; however, no previous studies have examined the ERN following treatment for related anxiety disorders. We used a flanker task to elicit the ERN in 28 youth and young adults (8-26 years old) with primary diagnoses of generalized anxiety disorder (GAD) or social anxiety disorder (SAD) and 35 healthy controls. Patients were assessed before and after treatment with cognitive-behavioral therapy (CBT) or selective serotonin reuptake inhibitors (SSRI), and healthy controls were assessed at a comparable interval. The ERN increased across assessments in the combined sample. Patients with SAD exhibited an enhanced ERN relative to healthy controls prior to and following treatment, even when analyses were limited to SAD patients who responded to treatment. Patients with GAD did not significantly differ from healthy controls at either assessment. Results provide preliminary evidence that enhanced error monitoring persists following treatment for SAD in youth and young adults, and support conceptualizations of increased error monitoring as a trait-like vulnerability that may contribute to risk for recurrence and impaired functioning later in life. Future work is needed to further evaluate the ERN in GAD across development, including whether an enhanced ERN develops in adulthood or is most apparent when worries focus on internal sources of threat.
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Introduction
Anxiety disorders often emerge in childhood or adolescence and are characterized by a chronic course, high rates of recurrence and comorbidity, and persistent impairments in functioning (Bruce et al., 2005; Copeland et al., 2015; Woodward and Fergusson, 2001 ). Thus, identifying underlying factors that predispose to anxiety disorders and to outcomes later in life is of paramount importance. There is evidence that increased error monitoring may be a vulnerability for anxiety disorders that predicts the later development of symptoms (Lahat et al., 2014; Meyer et al., 2015) and persists following treatment for obsessive-compulsive disorder (OCD; Hajcak et al., 2008; Huyser et al., 2011; Riesel et al., 2015) , though it has yet to be examined following treatment for other anxiety disorders.
Neural responses to errors are often measured using the error-related negativity (ERN), a negative deflection in the event-related potential (ERP) wave around the time of commission of an error (Falkenstein et al., 1991; Gehring et al., 1993) . The ERN has been localized to the anterior cingulate cortex (Brázdil et al., 2005; Miltner et al., 2003) , and is thought to reflect conflict between the stimulus and response following an error, which aids in reactivating task goals and adjusting behavior (Yeung et al., 2004 ). An enhanced ERN has been proposed to indicate increased sensitivity to endogenous sources of threat and perceptions of errors as catastrophic (Weinberg et al., 2016) or compensatory processes to account for limited cognitive resources (e.g., due to worry) that inhibit maintainance of task goals (Moser et al., 2013) .
There is consistent evidence that OCD in youth and adults is characterized by an enhanced ERN (e.g., Carrasco et al., 2013b; Endrass and Ullsperger, 2014; Gehring et al., 2000) . Importantly, there is also evidence that an enhanced ERN reflects an endophenotype or vulnerability for OCD, as it has been observed among unaffected first-degree relatives Progress in Neuro-Psychopharmacology & Biological Psychiatry 71 (2016) [162] [163] [164] [165] [166] [167] [168] 
